cations included metoprolol 50 mg per day and thyroxine 0.1 mg per day. Neurological examination revealed coarse nystagmus -A woman with high-risk stage III breast cancer developed acute cerebellar syndrome 75 days after highhorizontal on lateral gaze and rotary on upgaze. At times, large amplitude saccades occurred in all directions of gaze, dose chemotherapy and blood cell transplant (BCT). An extensive search for metastatic, vascular, metabolic, resembling opsoclonus. A striking bilateral intention tremor and truncal ataxia was present. The patient was unable to infectious, and paraneoplastic etiologies was negative. We postulate a delayed adverse effect of high-dose sit or stand without assistance; there was no dysarthria or myoclonic jerking. Muscle strength and tone were normal. chemotherapy as the etiology. Keywords: cerebellar syndrome; high-dose chemoDeep tendon reflexes were 2+ in the arms and knees and 1+ at the ankles. Plantar responses were flexor. Sensory therapy; breast cancer examination was normal. The WBC was 5.4 × 10 9 /l, granulocytes 3.6 × 10 9 /l and platelets 281 × 10 3 /l. Hemoglobin was 10.2 g/dl. ElectroWe present a case of an acute cerebellar syndrome in a 51-lytes, BUN, creatinine, glucose, calcium, magnesium, phosyear-old woman 10 weeks after high-dose chemotherapy phate, liver enzymes and albumin were normal. Blood culwith blood cell autotransplant for stage III breast cancer.
/l. Hemoglobin was 10.2 g/dl. ElectroWe present a case of an acute cerebellar syndrome in a 51-lytes, BUN, creatinine, glucose, calcium, magnesium, phosyear-old woman 10 weeks after high-dose chemotherapy phate, liver enzymes and albumin were normal. Blood culwith blood cell autotransplant for stage III breast cancer.
tures had no growth. Thyroid studies including TSH, T3 We postulate this syndrome resulted from delayed adverse and Free T4 were normal. Influenza A and B titers were effects of high-dose chemotherapy.
Ͻ1:8. Tumor markers for carcinoembryonic antigen and CA15-3 levels were negative. HIV I and II, RPR, HTLV-1 and hepatitis A, B, C had been negative 2 months preCase report viously. CSF was clear and colorless with an opening pressure of 15 cm H 2 O. Protein was 52 mg/dl (normal, 15-45 A 51-year-old woman with mitral valve prolapse and prior mg/dl), glucose was normal and there was 1 WBC/mm 3 hypothyroidism developed stage III-A breast cancer (T3 N1 and no RBC. There were no organisms on gram stain. There M0). She received three cycles of neoadjuvant chemowere no cancer cells. Anti-neuronal antibodies, specifically therapy (cyclophosphamide 600 mg/m 2 , doxorubicin 60 anti-Yo and anti-Hu were not detectable in the serum or mg/m 2 and 5 fluorouracil (5-FU) 600 mg/m 2 ) followed by cerebrospinal fluid. Anti-Ri antibodies were not detectable a modified radical mastectomy. Ten of 14 axillary lymph in the serum. A chest X-ray, CT scan of the abdomen and nodes were positive. Post-operatively, she received three pelvis, bone scan, and two MRIs of the brain with contrast more similar cycles of chemotherapy. High-dose chemotaken at 2-week intervals were all normal. therapy consisted of cyclophosphamide (6000 mg/m 2 ), thiAfter rehydration, the patient continued to require assistotepa (500 mg/m 2 ) and carboplatin (800 mg/m 2 ) followed ance with sitting and preferred to lie quietly in bed. She by a blood cell autotransplant.
was treated symptomatically with clonazepam 2 mg by On day +75 she presented with a 2-day history of dizzimouth twice daily, thiamine 100 mg by mouth once daily ness, shakiness and unsteadiness exacerbated by any moveand tapering glucorticoids. Aggressive physical and occument. She had diplopia and was unable to walk without pational therapy aided the patient's gradual recovery over assistance. There was no focal weakness, dysphagia, a period of 2 to 3 months. Repeat MRI of the brain 4 sphincter incontinence, dysarthria, hearing impairment, months post transplant was normal. One year later her neurfevers, vomiting, headache, tobacco, alcohol or illicit drug ologic examination is normal, she is able to do household use, or family history of neurological disorders. Medichores and has resumed working and driving a car.
tions or organ failure. This patient's ataxia, opsoclonus, Our patient did not receive any of the agents which are generally associated with acute cerebellar toxicity. Howvertigo and intention tremor were consistent with a cerebelever, in a prospective trial of 27 patients receiving highlar process. Opsoclonus is a rare disorder of ocular motility dose carboplatin, etoposide, cyclophosphamide and autoand often associated with myoclonus.
1,2 Adults with opsologous BMT, three patients developed reversible cerebellar colous should be studied for cancer, drug or toxin exposure dysfunction and had normal cerebral CT scan and CSF finand infections. ere functional decline and often death. 6 Less commonly,
